The enterovirus genus of viruses includes ca. 70 serotypes, many of which are important human pathogens responsible for a wide spectrum of human illness (9) . Not all serotypes of enteroviruses can be readily detected in a conventional virology laboratory; even when isolation in tissue culture is successful, growth may take from several days to weeks (10) . Ancillary methods, such as suckling mouse inoculation, are often cumbersome and time consuming. The application of rapid antigen detection techniques has met with only modest success in the identification of enteroviral infections because of the antigenic heterogeneity among and within the serotypes (4, 18, 19) . To circumvent these problems, we prepared molecular probes from DNA clones of the poliovirus type 1 genome and used them to detect members of each of the major enteroviral subgroups.
(This study was presented in part at the meeting of the Society for Pediatric Research, San Francisco, Calif., 3 (Fig. 1A) . Hybridization with the larger PDS 111 probe gave nearly identical results (Fig. 2, top row) . However, when the smaller BAM 220 fragment was used as the probe, only lysates from cells infected with the polioviruses gave detectable hybridization signals. Strong signals were obtained with polioviruses 1 and 2, and a weaker signal was obtained with poliovirus 3 (Fig. 1A) . Subsequent exposure for as long as 1 week failed to reveal hybridization of the nonpolio enteroviruses with the BAM 220 probe (data not shown). Negligible to undetectable signals were produced by lysates from the uninfected, control cytoplasmic preparations and from respiratory syncytial virus-infected cells (Fig.  1B) . Treatment of infected lysates with proteinase K, boiling, or EDTA in addition to vanadyl ribonucleoside complex did not improve upon the hybridization signal obtained from lysates treated only with vanadyl ribonucleoside complex (data not shown).
Arildone and WIN 51711, two new antiviral drugs, were used to verify further the specificity of the PDS 111 and PDS 14 probes for viral RNA. Results were nearly identical with the two probes; only PDS 111 is shown (Fig. 2) . No poliovirus RNA was detectable in cells which were treated with Arildone before infection; this drug, however, had no effect on the hybridization signals obtained with the nonpolio enteroviral RNAs. WIN 51711, on the other hand, eliminated all detectable enteroviral RNA hybridization signals. The drugs had no effect on cell viability at the concentration used (data not shown). The absence of detectable hybridization in cytoplasmic lysates which had been previously treated with these agents correlated with a reduction in viral replication in cell culture (Table 1 
